INTRODUCTION
Fragile sites are specific chromosomal loci prone to breakage which are observed as gaps, breaks or rearrangements under appropriate in vitro culture conditions. More than 100 fragile sites have been identified in human chromosomes and classified according to their mode of induction and population frequency (Sutherland and Ledbetter, 1989) . All (Sutherland and Hecht, 1985) . Fragile sites are also identified as rare (occurring in less than 1% of the population) or common.
One useful fragile site-inducing agent is aphidicolin (APC). This chemical is a selective inhibitor of DNA polymerase-a, the major eukaryotic polymerase which adds deoxynucleotide monophosphates to the 3'-end of a DNA primer, during both replicative and excision repair DNA synthesis (Fry and Loeb, 1986 (LeBeau, 1988) , reciprocal translocation breakpoints (Riggs and Chrisman, 1989) , chromosome rearrangements resulting in spontaneous abortion and infertility (Schlegelberger et al, 1989) and evolutionary preservation of syntenic groups (Threadgill and Womack, 1989 X 2 analysis indicated that APC-induced breakage and reciprocal translocation breakpoints were not independent ( X 2 ,12 df = 57.30; P < 0.001).
The primary objective of this study was to establish protocols for studying fragile sites in pig chromosomes and identify the common APC-induced fragile sites in the pig genome. At 0.2 fL M concentration, as in previous human fragile site studies, APC was useful for inducing non-random gaps, breaks and rearrangements, ie, fragile sites. Twenty-one fragile sites located on 8 chromosomes (1, 4, 6, 10, 11, 13, 17, X) 
